The patient, J. H. O., aged 43, is a somewhat thin man of typical erythrwmic appearance, with considerable enlargement of the spleen. Liver not felt. No enlargement of superficial lymph-glands. Since 1922 he has had frequent short attacks, apparently of the nature of ophthalmic migraine, which he says are often associated with diplopia. Since 1929 he has suffered from repeated gouty arthritis in various joints and has had a few small tophaceous nodules, from one of which sodium urate crystals were obtained in July, 1932 Since then the erythraemic condition has not varied much, and has not been beneficially affected by phenylhydrazin treatment. Patient recently had a prolonged syncopal attack lasting 21 days, without any pain such as would suggest an attack of coronary thrombosis (though coronary thrombosis sometimes occurs without pain).
Erythramia, with Tortuous and Dilated Arteries in Arms.-F. PARKES WEBER, M.D. The patient, J. J., aged 54, a house-painter, has an erythrsemic facies; in fact, his face, conjunctivae, mouth, fauces and hands present the typical appearance of erythramia; no family history of erythrtemia. He thinks he has always been rather red in the face. In January, 1931, he had a slight cerebral stroke with left facial paresis, and in July, 1932, he complained of feelings of giddiness, from which he still suffers. The spleen is enlarged, reaching two finger-breadths below the ribs. The liver is likewise enlarged; its edge can be palpated three finger-breadths below the ribs. There is no enlargement of the superficial lymph-glands. Blood-count (November 12, 1932) : Hemoglobin 126% ; erythrocytes 9,300,000 colour index 0-68; leucocytes 16,900 (eosinopllils 3%; metamyelocytes 2%; polymorphonuclear neutrophils 78% ; lymphocytes 10%; monocytes 7%); no nucleated or other abnormal red cells. Thrombocyte-count, 180,000. The blood-serum (November 12, 1932) gives negative Wassermann and Meinicke reactions, and a slightly excessive indirect Hijmans van den Bergh reaction. Blood-serum cholesterol: 202 mgm. per cent. Urine: nothing abnormal except a faint trace of albumin. The arteries in the upper limbs are dilated and tortuous, but radiograms show no calcareous deposition. Brachial blood-pressure: 185/1 10 mm. Hg. Since the above observations were made he has had a course of phenylhydrazin treatment.
Dr. PARKES WEBER said that he had regarded erythrsemia as a syndrome caused by a primary neoplastic condition in the erythroblastic portion of the bone-marrow, analogous to myelosis (myeloid leukemia) in the leucoblastic portion, but non-malignant. It had, however, gradually become clear that if this view were correct the high leucocyte count (chiefly due to excess of the polymorphonuclear neutrophils) found in many or most cases, of erythriemia (the leucocyte count was not rarely 20,000 to 30,000) must signify that the non-malignant neoplastic condition of the erythroblastic portion of the bone-marrow was accompanied by a corresponding non-malignant neoplastic condition of the leucoblastic portion of the bonemarrow. Such cases were, in fact, examples of what might be termed non-malignant erythroleukaemia. The very rare supervention in such cases of true myelosis (myeloid leukwemia) would therefore signify that the non-malignant leucoblastic factor of the erythro-leukEemia syndrome had taken on the malignant neoplastic character of full-blown myeloid leukEemia, whereas at first it corresponded to the (very rare) so-called polymorphonuclear neutrophil variety or stage of myeloid leukoemia. In cases of erythro-leukaemia why was it that the erythroblastic factor never manifested an analogous malignant transformation ?
Erythr8emic splenomegaly seemed to be mainly connected with the blood-reservoir function of the spleen. In rare cases of true erythrEemia (and of course in all cases of Giesbock's "polycythemia hypertonica"), especially in patients who were not of the usual lean type, there might be no obvious splenomegaly.
In regard to the diagnosis of atypical forms of erythremia the occasional occurrence of what might be termed " symptomatic " splenomegalic polycythemia should be kept in mind. Thus polycythemia might occasionally accompany the splenomegaly of splenic tuberculosis and the splenomegaly of obstructive conditions in the portal and hepatic veins (including probably the very rare "Chiari's disease ") and the splenomegaly of obscure cases incorrectly supposed to be cases of " splenic mycosis," or resembling splenic anaemia or Banti's disease (but with polycythaemia instead of anemia).
Amongst the complications of erythrEemia which Dr. Weber had especially observed were: (1) Recurrent gout and tophaceous deposits; (2) uric acid lithiasis (obviously comparable to the similar occasional complication of myeloid leukemia); (3) hEematuria; (4) tortuosity of arteries; (5) thrombo-angiitis obliterans of extremities; (6) erythro-melalgia; (7) haematemesis without obvious gastric or duodenal ulcer, though actual duodenal ulceration undoubtedly sometimes occurred; (8) attacks of sudden or subacute cardiac incompetence; (9) hepatic cirrhosis; (10) cerebral strokes, probably of thrombotic origin; (11) 
